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any direct cause-and-effect relationship between low blood cholesterol
levels and cancer.

Only one case-control study has specifically evaluated serum choles-
terol levels in cases of colon cancer and matched controls (Miller et
al., 1981).  In 133 pairs matched by age and sex, serum cholesterol
levels were lower for cases than for controls. However, following
stratification by tumor stage, significant differences in cholesterol
levels persisted only between cases with advanced tumors and controls.
Furthermore, only women, not men, had significantly lower serum choles-
terol levels with advancing disease. The lack of an association in early
disease supports the concept that low serum cholesterol levels observed
in colon cancer patients may be the result of a metabolic change accom-
panying tumor growth and may not necessarily precede tumor formation.

Miller ejt a 1. (1978) studied the association of dietary levels of
cholesterol"TnT~breast cancer. They found no significant differences
in estimated cholesterol consumption between cases and controls.  In
another case-control study, the same group found that cholesterol intake
for males with rectal cancer and females with colon and rectal cancer was
higher than for controls (Jain et_ al., 1980). Although the relative risk
for dietary cholesterol was significant at higher intakes for all male
and female cases, compared to all controls, it was substantially less
than the estimates of risk for other nutrients associated with intake of
fat, especially saturated fat.

There is an apparent conflict in the evidence, i.e., that an in-
creased risk of cancer of the colon and other sites has been associated
not only with dietary cholesterol (and simultaneous intake of other,
possibly more relevant lipid components) but also with very low serum
cholesterol levels. A possible explanation might be that a high intake
of dietary fat (and/or cholesterol) by persons whose metabolism maintains
low serum cholesterol results in reduced biosynthesis of cholesterol and
a high rate of excretion for cholesterol breakdown products in the
intestine (Lin and Connor, 1980). These breakdown products could serve
as substrates for the intraluminal production of carcinogens by intes-
tinal bacteria (Hill et al., 1971). However, in metabolic studies con-
ducted in hospital warcTs, low serum cholesterol is usually accompanied by
excretion of low levels of bile acid. This observation is not compatible
with the mechanisms normally proposed for the carcinogenic effect of
dietary lipids.

In summary, data pertaining to the association between serum
cholesterol levels and total cancer incidence and mortality are incon-
sistent. An inverse correlation between serum cholesterol levels and
colon cancer in men has been noted in some studies, but not in all.  It
is not clear whether lower than normal serum cholesterol levels are the
cause, or whether they reflect the metabolic consequences, of cancer.
Thus, the data are inconclusive and do not point to a causal relationship
between low cholesterol levels and risk of colon cancer. However, since